dpm; 1 dpm = 16.7 mBq) of [1-14C]arachidonic acid/0.4 ml of Hank's balanced salt solution per well]. After incubation, the medium was removed, cells were washed twice with Hanks' balanced salt solution (0.5 ml), standard nonradioactive prostaglandins were added as carriers, and the combined aqueous fractions were acidified (pH 3) and extracted three times with ether (5.0 ml). The combined ether extracts were reduced in volume and spotted on silica gel G thin-layer plates (20 X 20), which were developed in the organic phase of ethyl acetate/ 2,2,4-trimethylpentane/acetic acid/water (110:50:20:100 
Fidler (1-3) has developed a series of malignant melanoma cell lines that are useful for studying tumor metastasis. By comparing the moderately metastatic parent line, B16 F1, to the highly metastatic derived line, B16 Flo, one averts the problem of selecting a potentially inappropriate control cell. After repeated subculturing in vitro the cells remain stable and retain their distinct metastatic characteristics in vivo. Experiments with these cells indicate that metastasis is not a random event (4, 5, 6, 7) . Instead, tumor cells survive within the host because they have inherent biochemical and biological properties, guaranteeing their inevitable multiplication. These properties include surface enzymes (4) ; interactions with host immune cells (2, 5, 8) with host platelets (6), or with host endothelial cells (9) ; and reduced adhesiveness (7) .
Prostaglandins influence tumor cell function and proliferatioh; however, their exact role is vague (10) . We examined arachidonic acid and prostaglandin H2 metabolism in B16 F1 and B16 Flo cells. In contrast to other transformed or malignant cells that are thought to produce mainly prostaglandin E2 or prostaglandin F2a (11) (12) (13) (14) (15) (16) , both lines of malignant melanoma cells produced mainly prostaglandin D2. When incubated with either arachidonic acid or prostaglandin endoperoxide H2, the moderately metastatic line, B16 F1, produced more prostaglandin D2 than the highly metastatic line, B16 (18) . Cells were treated as above except each well was incubated at 370C for 15 min with prostaglandin endoperoxide H2 (1.0 Mg of prostaglandin H2/0.4 ml Hanks' balanced salt solution per well). After washing, acidification, and extraction into ether, the metabolites of prostaglandin H2 were converted into two dis- tinct perhalogenated derivatives for gas chromatography on glass capillary columns. Prostaglandin pentafluorobenzyl ester methoxime trimethylsilyl ethers, and prostaglandin methyl ester pentafluorobenzyloxime trimethylsilyl ethers were prepared and analyzed as described (18) (19) (20) (Fig. 3) or methyl ester pentafluorobenzyloxime trimethylsilyl ether derivatives (Fig. 4) (6) . Second, prostaglandin D2, in sufficient amounts, inhibits platelet aggregation in several species (25, 26) , and we verified this effect in C57b16J mice. Oelz et al. (27) F2a , may be important in tumor cell biology. We cannot generalize on the significance of prostaglandin D2 without knowing the normal progenitor cell of the B16 melanoma. Certainly, prostaglandin D2 is enigmatic (22, 24) . It occurs prominently only in the brain (33) , during cardiac anaphylaxis (34) , and in basophilic leukemia cells (35) . Unlike most enzymes in the arachidonic acid cascade, prostaglandin D2 isomerase occurs as a soluble, cytosolic component (24) .
